A dhesion of neutrophils and monocytes to endothelial cells is the initial event in the acute inflammatory response and in the pathogenesis of vascular disease.1-3 Recent experimental and clinical observations have begun to define the molecular determinants on the surface of leukocytes that contribute to the adhesive process.4-6 These studies have established the in vivo critical role of CD11/CD18 leukocyte adhesion molecules, a family of cell-surface glycoproteins consisting of three heterodimers sharing a common P-subunit with a distinct a-subunit (CD11a, CD11b, CD11c). Regarding adhesion to endothelial cells, CD11b/CD18 and CD11a/CD18 receptors are particu-larly important.4 Whereas CD11a/CD18 is constitutively expressed in the plasma membrane and is not upregulated, CD11b/CD18 can be upregulated severalfold from intracellular granules by chemotactic factors such as C5a, interleukin-8, and platelet activating factor. [3] [4] [5] Adhesion of neutrophils and monocytes to endothelial cells of coronary arteries and subsequent leukocyte activation may be relevant in the progression and evoSee p 800 lution of atherosclerotic coronary disease.7-"1 Recent data also suggest a role for inflammation in the pathophysiology of unstable angina.12-'4 This study was undertaken to assess whether upmodulation of CD11b/ CD18 adhesion receptors of neutrophils and monocytes occurs during the passage of blood through the coronary tree of patients with coronary heart disease. Methods
Study Patients
Thirty-nine patients who underwent diagnostic coronary arteriography were studied. All patients gave writ- Chemotactic factors able to induce activation of neutrophils and monocytes are potentially released into the coronary circulation of patients with unstable angina. The presence of an acute thrombotic process leads to increased plasmin activity, which can cause the activation of the complement system. Yasuda et a126 found increased plasma levels of iC3b and C3d in 17 patients with unstable angina, suggesting complement activation in this clinical setting. Moreover, the terminal C5b-9 has been localized in atherosclerotic plaques and could come in contact with the circulating blood after plaque rupture. 27 Likewise, break or ulceration of coronary lesions may provoke the release of tumor necrosis factor (TNF)-a, which is a constituent of coronary atherosclerotic plaques.23 '28 This cytokine can induce neutrophilmediated endothelial damage,29 and recent studies suggest that a specific CD11b/CD18-mediated signal triggers toxicity of TNF-activated neutrophils. [28] [29] [30] Activation of neutrophils and monocytes may have important consequences in unstable angina because these leukocytes, once stimulated, may release a variety of potentially toxic and vasoactive substances, in partic- 
